sensitivity compared to male patients (log C5: 1.50[0.29, 3.00] vs 2.39 [0.29,3.00] μM, P = 0.000) (Figure 3c, 3d). Among 234 patients who finished both challenges, 80 (34.2%) presented hypersensitivity to both AITC and capsaicin while 45 (19.2%) showed hypersensitivity solely to AITC, 45 (19.2%) showed hypersensitivity solely to capsaicin, and 64 (27.4%) exhibited hypersensitivity to neither of them (Table 2) . A weak correlation was found between AITC and capsaicin cough sensitivity in patients (log C5: rs = 0.331, P = 0.000). The cough reflex was not related to age (Figure 4 ). Background and Aims: Genioglossus is a pharyngeal dilator muscle crucial for maintaining airway patency during wakefulness and sleep. Human genioglossus motor unit activity show diverse discharge patterns during eupnoeic breathing in wakefulness (inspiratory, expiratory, tonic). No study to date has examined motor unit recruitment strategies in sleep with flow limited breathing.
correlation was found between AITC and capsaicin cough sensitivity in patients (log C5: rs = 0.331, P = 0.000). The cough reflex was not related to age (Figure 4 ).
Conclusion:
There are different profiles of cough hypersensitivity mediated by TRPV1, TRPA1 in patients with chronic cough, suggesting a selective or combined antagonists therapy targeting TRPV1, TRPA1 or other cough receptors might be effective. Background and Aims: Genioglossus is a pharyngeal dilator muscle crucial for maintaining airway patency during wakefulness and sleep. Human genioglossus motor unit activity show diverse discharge patterns during eupnoeic breathing in wakefulness (inspiratory, expiratory, tonic) . No study to date has examined motor unit recruitment strategies in sleep with flow limited breathing.
Methods: Overnight sleep and respiratory data were collected in nine sleep apnoea subjects under CPAP. Genioglossus activity was measured using percutaneously inserted intramuscular fine-wire electrodes inserted at 5 different sites within the tongue. Flow limited breathing was induced by reducing CPAP holding pressures. Genioglossus electromyogram recordings were analysed for single motor unit recruitment with flowlimited breathing. Background and Aims: This study aimed to investigate whether high mobility group box 1 protein (HMGB1) signalling pathway play a role in kidney injury due to sleep apnoea.
Methods: Adult Sprague Dawley rats were used to establish hypoxia models: continuous hypoxia, intermittent hypoxia, and intermittent hypoxia with hypercapnia. Histopathological and ultrastructural changes were observed by light and electron microscopy. Immunohistochemical staining was used to detect HMGB1 distribution. qPCR was used to detect the expression of HMGB1, RAGE, TLR4, NFκB, TNFα, IL6, SIRT1, PPAR mRNA in renal tissues. An ELISA was used to detect the expression of soluble TLR2, TLR4, PPAR-γ, TNFα, IL-6 in peripheral blood.
Results: HE staining showed that there was no serious injury to the kidneys due to hypoxia except a certain degree of renal tubular epithelial cell vacuolation. In contrast, ultrastructural changes by electron microscopy were more significant in the hypoxia groups including foot process fusion in the glomerulus and degeneration of mitochondria in the proximal convoluted tubules. IHC showed increased expression of HMGB1 and nuclear translocation in the hypoxia groups. The results of qPCR showed hypoxia stimulation increased the expression of HMGB1 mRNA, PPAR mRNA, RAGE mRNA and TNFα mRNA and decreased the expression of SIRT1 mRNA in kidney tissues (P < 0.05). The results of the ELISAs showed that hypoxia stimulation increased the expression of soluble TLR4, TNFα and IL-6 in peripheral blood, and decreased the expression of soluble TLR2 and PPAR-γ.
Hypoxia stimulation can cause early renal injury at subcellular level and increase the expression and translocation of HMGB1. Hypoxia also upregulates the mRNA expression of the HMGB1-RAGE-TNFα pathway in kidney tissue and increased expression of soluble TLR4, TNFα and IL-6 in peripheral blood. It suggested the HMGB1-RAGE/TLR-TNFα pathway may contribute to the molecular mechanisms of early renal injury induced by hypoxia, which might be drug intervention targets in the future.
